contained numerous red cells and 1130 white cells per pL (69% neutrophils); urine sodium was <10mmol/L (FENA <1%). Right upper quadrant ultrasound and abdominal computed tomography showed only the ascites. In view of the uncertainty of diagnosis he was started on intravenous cefotaxime. Since his urea, electrolytes and urine sodium suggested severe dehydration with prerenal failure he was aggressively hydrated; but after 24 hours his laboratory tests were unchanged and he remained oliguric, with a urine output of about 20 mL per hour.
The absence of liver disease or obvious vascular occlusion to explain the ascites, together with the low urine sodium, led to suspicion of intraperitoneal bladder rupture. Ascitic fluid creatinine was measured and proved to be grossly elevated at 1450 ymol/L. About 35 hours after admission a Foley catheter was inserted: 3 L of urine was drained in the first hour and the abdominal pain and swelling resolved promptly. Retrograde cystography the bladder. With the Foley catheter left in situ, laboratory tests became completely normal after three days and a cystogram on discharge was also normal. COMMENT The unusual presentation led to a delay in diagnosis. The most common symptoms of bladder rupture are macroscopic haematuria, suprapubic pain and inability to void4; it is usually a surgical emergency. Once the diagnosis is suspected or has been confirmed by cystography, catheter drainage of urine is indicated. Small leaks then close spontaneously5. Causes other than trauma include chronic infections, indwelling catheters, tumours and substance abuse6. Alcohol intoxication, for example, can predispose to bladder over-distension (with bladder wall weakness), diuresis and dulled micturition senses7. Once urine passes into the peritoneal cavity, urea and creatinine diffuse down their respective concentration gradients across the peritoneal membrane into the blood to produce the biochemical profile referred to as pseudorenal failure8. The hyponatraemia/hyperkalaemia is similarly due to ion and water movement between urine and blood across abdominal vessel walls9. Analysis of tapped abdominal fluid facilitates the diagnosis (raised creatinine), which should be confirmed by retrograde cystography, not intravenous urography. The rapid return of laboratory values to normal with urinary drainage further distinguishes the condition from true renal failure. 
CASE HISTORIES
Case I A 27-year-old Omani with alcoholic dilated cardiomyopathy was admitted with exacerbation of cardiac failure. He improved when treated with frusemide, captopril and digoxin but two weeks later developed pain and swelling of the right upper arm and the right side of the neck. The arm was tender with bluish discoloration and distended veins at the root of neck and over the right shoulder. He was well hydrated and the lower limbs were normal. He did not have any central venous cannulation and there was no evidence of superficial thrombophlebitis. The clinical diagnosis was spontaneous deep vein thrombosis (DVT) involving the right axillary and subclavian veins. Compression ulrasono-graphy, colour flow doppler evaluation and a technetium-99m scan (Figure 1 ) confirmed extensive thrombosis of the right brachial vein, extending to the right axillary, subclavian and internal jugular veins. He was in sinus rhythm and an echocardiogram excluded intracardiac thrombus. Values for prothrombin time, activated partial thromboplastin time, protein C and protein S (functional assay), antithrombin III, plasminogen and plasminogen activator were all normal. Alpha-2 antiplasmin and plasminogen activator inhibitor were also normal and lupus anticoagulant was negative. Modified activated protein C resistance ratio was normal. The patient was anticoagulated with heparin and maintained on warfarin to keep the international normalized ratio between 2.0 and 2.5. In the 4 years since the first episode of DVT he has remained generally well but has had mild episodes of DVT when anticoagulant control was unsatisfactory.
Case 2
An 8-year-old Omani girl with post-myocarditis dilated cardiomyopathy was admitted in heart failure. She improved on treatment with frusemide and digoxin but 
